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eJuvenile dentistry in dogs and cats(Jan Schreyer,
DVM, Dipl, EVDC Tier[Jrztliche Gemeinschaftspraxis,

Chemnitz, Germany)

Figure 7. Generalized enamel hypoplasia in a mongrel; the two first premolars are not
affected, as the enamel on these teeth was formed before the insult responsible for
the damaged enamel.

Figure 8. Localized enamel defect on the upper right canine tooth of a mongrel

[1] There are three types of enamel dysplasia: enamel
hypoplasia, enamel hypomaturation and enamel hy—
pomineralization,

Enamel hypoplasia is characterized by an insufficient
quantity of enamel, The defects can be focal or multifo—
cal, and the crowns of affected teeth can show both
dysplastic enamel and areas with normal enamel for—
mation, In enamel hypomaturation and hypomineral—
ization the enamel matrix development is disturbed,

leading to the formation of soft enamel which is quickly
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eroded.

[2] Congenital(genetically related) dysplasias are very
rare and include amelogenesis imperfecta(enamel dys—
plasia) and dentinogenesis imperfecta(dentine dyspla—
sia). Acquired enamel dysplasias are common in dogs
but rather rare in cats, The defects are due to external
influences during enamel formation(up to about the 4th
month of life) and the extent of enamel damage depends
on the intensity of the insult, the duration of its effect
and the stage of enamel formation at the time of the
damage. In principle, any systemic disease, such as
distemper virus, as well as severe nutritional deficits at
an early age, can lead to enamel dysplasia during tooth
development in many or all teeth, Areas of normal
enamel may be present as some enamel may have de—
veloped before the insult occurs(Figure 7).

Note that local effects such as trauma or inflamma—
tion(e.g. bite injuries, milk tooth fractures with pulp
exposure and subsequent periapical inflammation, in—
correct extraction of milk teeth) can also lead to enamel
dysplasia, but these typically affect individual teeth(—
Figure 8).

[3] Clinically, enamel dysplastic teeth show variable
but extensive defects of the enamel. When the teeth
erupt the defects are usually white in colour, although
sometimes the enamel can be transparent. The defects
quickly become yellow or brown due to deposition of
food pigments, and the brittle enamel can easily flake
off with chewing, Freshly exposed dentine is painful as
the dentine tubules become exposed, but the pain sub—
sides over time as a result of reparative dentine laid
down by the odontoblasts of the dental pulp. However,
in severe cases the irritation can lead to pulpitis or pulp
necrosis, and teeth showing enamel dysplasia should be
evaluated by radiography in order to rule out complica—

tions such as periapical lesions,

[4] Affected teeth can have a very rough surface,
leading to increased accumulation of plaque and tartar

and thus a higher risk of periodontal disease, Treatment

aims to seal the exposed dentine tubules; localized de—
fects should be filled with composite, but for very ex—
tensive enamel defects the tooth can be crowned. These
measures also restore a smooth surface to the tooth,
reducing the risk of periodontal disease, Despite this,
such teeth need good oral home care(daily tooth brush—
ing) and the use of dental diets can be helpful to reduce
the accumulation of plaque and the formation of tartar,
Teeth that already show periapical lesions require end—

odontic therapy or should be extracted.,
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[1] There are three types of enamel dysplasia: enamel
hypoplasia, enamel hypomaturation and enamel hy—
pomineralization,

Enamel hypoplasia is characterized by an insufficient
quantity of enamel, The defects can be focal or multi—
focal, and the crowns of affected teeth can show both
dysplastic enamel and areas with normal enamel for—
mation, In enamel hypomaturation and hypomineral—
ization the enamel matrix development is disturbed,
leading to the formation of soft enamel which is quickly

eroded,
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3. M= BXS(Hypomaturation type) = Enam—
el hypomaturation
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[2] Congenital(genetically related) dysplasias are very
rare and include amelogenesis imperfecta(enamel dys—
plasia) and dentinogenesis imperfecta(dentine dyspla—
sia). Acquired enamel dysplasias are common in dogs

but rather rare in cats, The defects are due to external

influences during enamel formation(up to about the 4th
month of life) and the extent of enamel damage depends
on the intensity of the insult, the duration of its effect
and the stage of enamel formation at the time of the
damage, In principle, any systemic disease, such as
distemper virus, as well as severe nutritional deficits at
an early age, can lead to enamel dysplasia during tooth
development in many or all teeth, Areas of normal
enamel may be present as some enamel may have de—
veloped before the insult occurs(Figure 7).

Note that local effects such as trauma or inflamma—
tion(e.g. bite injuries, milk tooth fractures with pulp
exposure and subsequent periapical inflammation, in—
correct extraction of milk teeth) can also lead to enamel
dysplasia, but these typically affect individual teeth
(Figure 8).
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